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., -. .,~~~~4h. typically located in the posterior wall of the left ventricle." Differences in timing of such misplacement probably account for the varying location and composition of foregut cysts. Haemopericardium leading to intrauterine death is a rare event. Emboli from placental vessels causing acute myocardial infarction with resultant right ventricular rupture was described by Wolf et al. Other cases have followed a motor vehicle accident"4 and amniocentesis."i
The case described here is unique in that it is the first in which an intrapericardial foregut cyst was the cause of intrauterine death. We have not been able to find an account of rupture of the heart secondary to this lesion, but given the histogenesis and frequent presentation in early childhood, it is not altogether surprising that a foregut cyst may cause intrauterine death. There was clinical suspicion of an epigastric mass, which was thought to be a tumour, but her abdomen was non-tender and bowel sounds were present.
Investigations revealed deranged serum biochemistry consistent with a combination of a diabetic non-ketotic hyperosmolar state (calculated osmolality 347 mmol/l) and a metabolic alkalosis consistent with gastric outflow obstruction (sodium 118 mmol/l, potassium 3.9 mmol/ 1, bicarbonate 43 mmol/l, urea 69.5 mmol/l, creatinine 441 mmol/l, glucose 41.5 mmol/l).
She was treated with intravenous saline, intravenous insulin, and subcutaneous heparin, but did not improve clinically and had an asystolic cardiac arrest the following day after an episode of vomiting. Cardiac output was restored with adrenaline and atropine and she was transferred to the intensive care unit. Despite treatment with inotropes she steadily deteriorated and died 40 hours after admission.
PATHOLOGICAL EXAMINATION
At postmortem examination the stomach was massively dilated with gas and stomach contents, and found to contain many small black faceted gall stones, each approximately 5 mm in maximum diameter. In addition a large nonfaceted brown-yellow gall stone measuring 5 x 3.5 x 3.5 cm was wedged in the pyloric antrum causing total obstruction (fig 1) . There was a 2 cm diameter fistula running directly from the gall bladder into the pyloric antrum, the mucosa of which was eroded and the wall appeared fibrotic. The gall bladder also contained multiple small faceted black gall stones. The common bile duct and left and right hepatic ducts were dilated but contained no gall stones. The liver appeared normal on external surface but was congested on slicing. Histology was unremarkable. The rest of the gastrointestinal system was within normal limits. The only other postmortem findings were a minimal degree of atheroma in the large arteries and some pulmonary oedema.
We concluded that the patient had died from a complex metabolic derangement including non-ketotic hyperosmotic diabetic coma and metabolic alkalosis precipitated by the acute gastric outflow obstruction complicated by previously undiagnosed type II diabetes mellitus.
Discussion
Gall stone ileus has a high mortality, which is thought to result from the elderly age of many patients,4 concomitant disease, and delay in seeking medical care after intestinal obstruction. In one study 50% of patients presenting with gall stone ileus had significant pulmonary disease, 33% had cardiac disease, and 40% had diabetes mellitus.5 In another study the number of patients having concomitant diabetes mellitus was as high as 50%. 6 In this case diabetes mellitus was previously undiagnosed and the combination of the gastric outflow obstruction and diabetes led to a complex metabolic picture resulting in death. Furthermore, less than half of patients presenting with gall stone ileus have known biliary tract disease, and so there is often a delay in diagnosis6 once medical help is sought.
This case is important as it illustrates the combination of an unusual site of gall stone impaction, which was not diagnosed in life, and the effects of age, delay in seeking medical care, and concomitant previously undiagnosed disease leading to fatality. We believe it to be only the third reported case of gastric outflow obstruction by a gall stone and the first combined with non-insulin dependent diabetes mellitus causing death by this complex metabolic derangement. Patients with this disease commonly have fever, anaemia, hypergammaglobulinaemia, and an increase in the serum concentrations of acute phase reactant proteins, all of which are ascribed to the large amount of IL-6 produced in the hyperplastic lymph nodes.5 6 We examined serial changes of serum concentrations of SAA and IL-6 in a patient with Castleman's disease and systemic reactive amyloidosis who was treated with surgical removal of an involved large solitary lymph node.
Case report
The patient was a 21 year old woman with a nine year history of general fatigue, arthralgia, and slight fever. In the past three years she had been suffering from epigastrial discomfort and poor appetite. On 
